D R. LAURENCE B. ELLIS: (hir coiifereiice
today is on the long-term management of patients with chronic coronary artery disease, with particular emphasis on the more radical methods of therapy. This is intended to be a practical discussion for practicing physicians and our hope is to put into perspective the special methods of treatment that have been advocated, either directly or by implication, as the result of some of the more recent investigations. Anyone who reads medical journals or even any of the printed matter offered by the pharmaceutical houses is bombarded by various special methods of treating coronary disease. One can but wonder whether he may not be neglecting some useful therapeutic device that might benefit the future course of his patients. With the United States; nor need I remind you that it occurs much earlier and in a more severe form in men than in women. There appears to be undoubtedly a constitutional trait predisposing to premature coronary atherosclerosis in certain family stocks. To what extent the physical and emotional stresses and strains of life hasten the development of coronary atherosclerosis has iot yet been proved. Most cardiologists however are of the opinion that coronary insufficiency as manifested either by pain or by mnyocardial failure may be hastened by such stresses.
In the evaluation of any studies concerned with coronary artery disease, one must remember that it is possible to make a diagnosis of this disease in life only after some breakdown in the coromiarv circulation has occurred. such as a myocardial infarction, the developnient of angina pectoris, or comigestive failure.
This makes it almost impossible to carry out controlled studies of the type that one would like to have concerning the value of various therapeutic or diagnostic procedures. Physiciais should bear this in mind when they peruse the many articles that are written on this subject and they should also remember that coronary artery disease gives rise to no sl)ecific physical signs. The Sitosterols if taken in sufficient quantity, and each time food is consumed, will impair the absorption and reabsorption of cholesterol and hence lower the level of serum cholesterol. But the large quantities that must be takeii to induce a response, together with the intolerance of many patients to the materialto say nothing of its cost-limit its usefulness appreciably. I do not think the administration of sitosterol preparations is of practical importance in decreasing the level of cholesterol.
Recent nutritional researches suggest a number of specific dietary approaches that may be helpful in the management of patients with coronary artery disease.
First, attention should be given to weight reduction, particularly if the patient is overweight. But In our experience it has been difficult to increase the essential fatty acids any more than this without going to formula diets.
If the patient is acutely sick from one of the complications of atheroselerosis, therapy might include a very low-fat diet-one with 20 per cent or less of the calories coming from fat. Also, for the sick patient a formula-type diet might be tried containing a suitable vegetable oil as the sole source of fat.
The avoidance of excessive fat, particularly in the evening meal, may be desirable from the viewpoint of decreasing the chances of intravascular clotting. It has been established that blood is more likely to clot 2 to 7 hours following a high-fat intake. The explanation for this is as yet unknown but is not thought to be associated with the lipemia that ensues. I think it would be good judgment to advise the coronary patient under treatment, and the posteoronary individual who has completely recovered, to get the bulk of his fat and protein calories at breakfast and midday and have a light supper such as soup, cereal, and a fruit salad.
In the light of all of these developments, the physician has a real opportunity to practice good preventive medicine with regard to our leading cause of death. First, it is his responsibility to reassure the public and to prevent mass hysteria for drastic changes inl our diets; and second, to guide his patients, depending on In a previous study the authors demonstrated that complete, or almost complete, necrosis of the posterior papillary muscles could be produced in dogs by high ligation of the left circumflex coronary artery and that comparable samples of this region are easily obtainable for both chemical and histopathologic study. Chemical analyses of experimentally produced infarets showed a 10 per cent loss of potassium in the first 60 to 90 minutes, and a more rapid disappearance during the subsequent 12 hours, when the level had fallen nearly to that contained in extracellular fluid. Histochemical studies using a cobaltnitrite method of precipitation confirmed these results by demonstrating little or no potassium in the fibers at the end of 12 hours. The data suggest that the potassium ion leaves the irreversibly injured fibers at a slow rate during the first 2 hours after injury. Whether this is due to failure of energy-producing mechanisms involved in maintaining the normally high intracellular gradient of potassium or to delayed release of potassium containing proteins is not known. 
